We have shown recently that both agents are effective in enhancing left ventricular performance during acute myocardial infarction, but only dobutamine reduces infarct size in awake dogs.1),2) The reason for the differences between the two drugs probably is related, at least in part, to the detrimental cardiac effects of norepinephrine released by dopamine.2) We found that both coronary sinus and arterial norepinephrine concentrations were increased by dopamine infusion, with a net efflux of norepinephrine.2) However, it was not determined whether norepinephrine was preferentially released by dopamine from the ischemic myocardium. The present study was carried out to study further the contrasting effects of dobutamine and dopamine on myocardial release of norepinephrine in acute myocardial infarction. Blood samples were taken for norepinephrine from both the coronary sinus and from the cardiac vein that drained the ischemic myocardium so that the effect of dopamine on both ischemic and non-ischemic myocardium could be compared. Effects of the two drugs on systemic hemodynamics and regional myocardial blood flow also were determined.
METHODS
Adult mongrel dogs weighing 17.3 to 29Kg were anesthetized with sodium pentobarbital (30mg/Kg, iv) and mechanically ventilated with room air using a Harvard respirator (Harvard Apparatus Co., Inc., S. Natick, Massachusetts), maintaining blood gases and pH within physiological ranges. After the pericardial sac was opened via a left thoracotomy at the fifth intercostal space, Tygon catheters were inserted directly into the main pulmonary artery, left atrium and descending thoracic aorta for measuring blood pressures. A loose silk ligature was placed around the left anterior descending coronary artery distal to the first diagonal branch for subsequent occlusion using a snare. Another silk loop was placed around the cardiac vein that ran parallel to the left anterior descending artery. A catheter, i.d. 2.5mm, was inserted into the coronary sinus via the right atrial appendage. In addition, a short PE 50 catheter was introduced into the coronary sinus catheter and advanced into the cardiac vein to a site proximal to the silk ligature. These two catheters were used for sampling coronary sinus and cardiac venous blood for norepinephrine measurements. The heart was cradled in the pericardial sac and covered with a warm moist gauze pad throughout the ments. Coronary artery occlusion produced no significant immediate changes in heart rate, mean aortic blood pressure, mean left atrial pressure and cardiac output in either group (Table I) . Dobutamine and dopamine infusion increased heart rate, but did not change either mean aortic pressure or left atrial pressure. Cardiac output also did not change following dobutamine infusion, but a transient small increase in cardiac output was produced by dopamine.
The effects of coronary artery occlusion and drug infusions on myocardial blood flow are shown in Figs.1 and 2 . Dopamine infusion produced no significant changes in either ischemic or non-ischemic myocardial blood flow (Fig.1) .
Dobutamine infusion also did not change myocardial blood flow in severely ischemic myocardium, but it increased epicardial flow in the mildly ischemic area and both endocardial and epicardial flows in the nonischemic myocardium (Fig.2) .
Dobutamine infusion also increased endocardial flow in the mildly ischemic region and epicardial flow in the moderately ischemic region toward the control values; however, these values obtained during dobutamine infusion did not differ significantly from the pre-infusion occlusion values. 
